Oxidized DCF levels were analyzed using FACS. H 2 O 2 at 100 μM for 1 h treatment was used as a positive control. Shift of the peak to the right indicates increased levels of H 2 O 2 content. B, inhibition of DHA/X-11 induced H 2 O 2 production by NAC and CAT. HL-60 cells were pretreated with or without 10 mM NAC or 500 units/ml CAT, followed by treatment with 0.8 μM DHA or 0.2 μM X-11 for 15 h, and the H 2 O 2 contents were measured. C & D, the effects NAC and CAT on DHA and X-11-induced apoptosis and changes of apoptosis related proteins. HL-60 cells were pretreated with and without 500 units/ml CAT or 10 mM NAC for 4 h, followed by treatment with or without 0.8 μM DHA or 0.2 μM X-11 for 24 h. Percentages of apoptotic cells were determined using FACS after PI staining (C) and the protein levels were measured by Western blot analysis (D).
Supplementary Figure 3:
The synthetic routes of X-11, DODHA and DOX-11. To obtain the X-11, compound 2 was synthesized from chalcone 1, thus reacted with DHA-trifluoroacetate. To give DODHA, DHA was subjected to a reduction by H 2 and Pd/C while X-11 synthesized from chalcone was transformed to DOX-11 using Zn/acetate acid as reductant. The chemical structures of DODHA, X-11 and DOX-11 were determined by mass spectrometry (MS) and 1 H nuclear magnetic resonance (NMR). 
